Mr. WHITELOCKE raised the question of infection through the Fallopian tubes, and asked Dr. Cobbett how he explained infection of the peritoneum in cases of tuberculous salpingitis. About twelve years ago he was called in to operate on a hospital nurse who had symptoms of intestinal obstruction. It was a fairly acute case. In operating, he found that her right Fallopian tube was cystic, and from the ostium could be traced, in a fan-like wave, miliary tubercle throughout most of the pelvic peritoneum, covering the uterus and the upper surface of the bladder, and extending round to the pelvic colon. The tube was adherent to parts of the large intestine, causing the chronic obstruction. After some difficulty he was able to remove the tube satisfactorily. It was cystic, and contained much grumous material, which had many tubercle bacilli in it. The Professor of Pathology at Oxford at the time made experiments with the guinea-pig, a considerable number being injected with the material, and they all had acute tuberculosis. The case made a great impression on him, as she was a general favourite and made herself popular with her patients. To-day she was well. She had had no recurrence, and her general peritonitis disappeared after three months' illness. There was no special after-treatment, nothing but good food and fresh air. The case had led him to occasionally observe similar ones, and the reason he cited them was that it had struck him as forcibly illustrating a probable local channel of infection. The nurse was a young widow who had lost her husband from acute pulmonary tuberculosis. Since then he had had two more cases which were very similar in nature. These were as follows: The first was a young girl, aged 17 years, who was sent to him on account of intestinal obstruction. On opening her he found both her Fallopian tubes were cystic and contained some material having in it ordinary tubercutlous germs, but not a mixed infection of other germs. He had some check experiments made from her secretions, with the result that they were proved to be tuberculous. Two of the girl's brothers, who lived in the same house, died from pulmonary tuberculosis. The other case was that of a child, aged 8 years, who had one Fallopian tube infected in the same way; it was also cystic. That child also came from a tuberculous household, her mother and uncle having lived in the same house and died of tubercle. If there should be time, he would like to hear Dr. Cobbett's idea of the means of infection in those cases, for he himself regarded them as cases of infection probably through the genital tract.
Dr. H. D. ROLLESTON expressed his high appreciation of Dr. Cobbett's paper, which dealt with a subject upon which the author had spent many years in studying for the Tuberculosis Commission. A point upon which he was about to speak when Mr. Whitelocke rose was the path of tuberculous infection through the female genitalia. Though rare, this deserved mention. Even in cases in which the uterus itself was not infected, tubercle bacilli might pass up from the vagina by the ascending mucous currents described by Mr. Bond, of Leicester, and give rise to primary tuberculous salpingitis. Primary tuberculous salpingitis probably never occurred in children, but was mainly seen in mllarried women. But necropsies in young girls sometimes showed such extensive enlargement of the Fallopian tubes in tuberculous peritonitis as at first to suggest that the infection was primary in the tubes. In such cases it was important to determine by sections whether the tuberculous infection had spread from the peritoneal surface or from the nmicous surface of the Fallopian tubes, as it should do when the infection arrived by way of the uterine passages. The real question in the present debate was, how much more often tuberculous infection occurred via the respiratory passages than via the alimentary canal. Dr. Bulloch's critical article brought forward a wealth of evidence to show that the respiratorv tract was the important path of infection. The statistics as to the incidence of primary alimentary tuberculosis in children were interesting; those for London, Edinburgh, and other parts of the kingdom giving a mean of 19 per cent., as against 4 per cent. in Germany and 3 per cent. in the United States of America.
Probably one reason why tubercle bacilli invaded the alimentary canal less readily than the respiratory tract was that the acid gastric juice destroyed, or greatly inhibited the growth of, the bacilli. It was interesting to note that in certain rare cases of gastric carcinoma in which the hydrochloric acid of the gastric juice was absent, tuberculous infection of the gastric carcinoma and even large caseous tubercles in the liver had been noted. Possibly the rarity of tuberculous invasion of the lungs in the subjects of mitral disease was an argument against the intestinal origin of pulmonary tuberculosis. For if tubercle bacilli reached the lungs via the lymphatics, and were intravascular so to speak, their growth would not be so interferred with as in the case of bacilli inhaled into the bronchioles of the moist lungs of patients with backward pressure. Probably the rarity of tuberculous infection of the lungs in mitral disease depended on the inhaled bacilli being removed before they had time to effect invasion of the lung substance.
Dr. T. R. WHIPHAM said: In the majority of cases the portal of invasion in tuberculosis is through mucous membrane. The mucous
